Critical illness neuromyopathy (CINM) is a disease entity characterized by flaccid and usually symmetrical weakness resulting from an axonal degeneration of peripheral nerves developing on the way of managing critical illness in the setting of intensive care unit (ICU) [1] . CINM after cardiac surgery is widely unrecognized. We herewith describe a case with a review of the literature.
Superimposed recurrent atrial fibrillation and high fever (38ºC−39ºC) worsened her condition. On postoperative day 4, her respiratory rate rose up to 40/min and she was put back on the controlled mandatory ventilation mode again. Continuous infusion of fentanyl and vecuronium was initiated at the rate of 100 mcg/hr and 4 mg/hr respectively and she was paralyzed over the next 6 days. The intermittent interruption of the infusion was attempted in order to access mental status and neurologic deficit. normal range, the result of EMG and NCV showed a pattern of diffuse axonal motor dominant polyneuropathy (Table 1) . On EMG, fibrillation potentials and positive sharp waves, that reflects active denervation or myopathy, observed on plenty muscles with reduced recruitment pattern ( Table 2 ). These electrophysiologic findings were consistent with of CINM.
She was transferred to the rehabilitation center and her condition and motor weakness gradually improved with time. On postoperative day 52, follow up NCV study revealed that compound motor action potentials markedly improved to a normal range and EMG study was normal (Table 1) . She eventually recovered and discharged on postoperative day 64, still in a state of mild weakness of her extremities, but leading a daily life without support. Now she has been followed for 2 year, and is completely free of neurologic symptoms, and living a normal life.
DisCussion
The term CINM was first described by Bolton et al. [2] For the diagnosis, muscle biopsy remains the method of choice [1, 6, 7] . The procedure can be done easily performed at the bedside but not commonly performed as much due to its invasiveness. For the same reason, muscle biopsy was not performed in this case.
Considering that not a few cases are unrecognized, unattended or misinterpreted, the incidence rate is thought to be far more than reported. Latronico et al. [8] reported that about 60% of acute respiratory distress syndrome suffered from CINM. The disease occurred in 25%-33% on clinical grounds [9, 10] and up to 58% on electrophysiologic grounds [11, 12] recovery is expected in more than 50% of patients [8, 13] .
In severe cases, recovery may be delayed or may not occur at all [14] .
Among many risk factors proposed by clinical trials, sepsis, systemic inflammatory response syndrome and multiorgan failure are regarded as consistent ones [1] although the exact roles in the pathophysiology are to be clarified. Hyperglycemia, also known as an independent risk factor, is thought to have a great potential impact in terms of prevention [15] . Disturbances of the microcirculation of the peripheral nerves and muscles are thought to be the crucial event in the pathogenesis. Cytokines increase microvascular permeability, resulting in endoneuronal edema, hypoxia and passage of neurotoxins. Severe energy deficit would induce primary axonal degeneration and further production of local cytokines [16] . No specific treatment had been proved to be effective and the only preventive measure was to control risk factors.
CINM in association with cardiac surgery has been largely unrecognized [17] [18] [19] [20] . Alhan et al. [17] were the first to report a case of CINM in cardiac surgical unit after surgical repair of an acute aortic dissection.
Recently, Thiele et al. [18] in their experience of seven CINM patients following cardiac surgery, reported that the development of CINM appeared to be not associated with a specific cardiac procedure nor prolonged bypass Further case collection and research addressing this complex pathophysiology of the disorder would enlighten the prevention and effective treatment of the disease.
